domain recognizes the ATGC subsite whereas the Pit-1 two Oct factors ( Figure 1B ). The identity of these complexes was subsequently confirmed using Oct-1 and POU S domain binds to the sequence ATAC. However, the latter subsite lies on the opposite strand and, as a Oct-4 antibodies ( Figure 1C) . Further in vitro analyses demonstrated that Oct-2 and Oct-6 could also bind to consequence, the orientation of POU S Figure 1A) . The POU S base-pair insertions between the half-sites in the MORE domain of Oct-1 selects ATGC from a pool of random ( Figure 3C ). sequences (Verrijzer et al., 1992 ) and provides all base contacts within the same sequence in the Oct-1:octamer crystal (Klemm et al., 1994). Based on this, we converted
The MORE Can Mediate Transcriptional Activation by Oct Factors the two POU S docking subsites within PitD ( Figure 1A) . Compared to the original motif, the resulted sequence Next, the MORE was compared to the PORE for the ability to mediate transcriptional activation by Oct factor (MORE) mediated assembly of more stable Oct-1 and Oct-4 homodimers and a heterodimer between these in transient transfection assays. The PORE was used as (cagggTATGCAAAT) with the purpose to eliminate the 6; see next section for the underlying structural aspects). However, it is possible that, under certain physiological dimer assembly without disturbing the monomer binding to the octamer site. The indicated mutation created a conditions, dimerization is prevented, e.g., by phosphorylation, and an Oct-1 or Oct-2 monomer binding to the strong (similar to the V octamer) OBF-1 responsive enhancer, although transcriptional activity is weaker high-affinity octamer sequence becomes accessible to OBF-1. than for the PORE (data not shown).
The Oct-1 (⌬Oct-1, amino acids 183-508) was generated from cDNA using 5Ј-CATGCCATGGGTCTTCAGCAGCAAAATCTCAAC-3Ј and POU/OBF-1 interaction.
